An 85-year-male patient had fever on the fourth day of admission on emergency unit. He was admitted to investigate the causes of collapse as well as subarachnoid hemorrhage (SAH). His temperature rose to 39 degrees centigrade in the evenings.
To investigate the origin of fever, the course of admission and medical history are reviewed.
The patient was transported to the emergency room because he was found on the floor at the supermarket. Nobody had witnessed him collapse, and the patient could not recall the moment he collapsed. The patient reported no cold sweats, seizures, or vomiting at the moment he collapsed.
His mental status was clear when he was found, leading us to assume that he was unconscious for approximately one minute. He showed no sign of trauma, blunt injury, bleeding, laceration, or tongue bite. He did not reported headache, chest pain, abdominal pain, or nausea during shopping.
He had a history of hypertension, diabetes, and chronic renal failure. He denied history of allergies, and diseases among family members. He reported no palpitations or chest pressure.
Medications included nitrogen patch, iron tablets, and pancreatic enzymes. He denied overuse of the medications.
At presentation when this patient arrived, he was alert. He was 158 centimeters, and weighed 50 kg. The temperature was 36.6 degrees centigrade, the blood pressure 151/52 mm Hg, the heart rate 58 beats per minute and regular, the respiratory To evaluate the causes of syncope, the 12-lead electrocardiography was done at emergency room and showed no sign of QT prolongation, A-V block, ST change, sick sinus syndrome, or any other signs of arrhythmia. Chest radiography showed no hyperlucency or infiltrate or the lungs, a n d n o e n l a r g e m e n t o f t h e h e a r t o r t h e mediastinum. The echocardiogram revealed no abnormalities of cardiac wall motion, tamponade, dilatation of right ventricle, or inferior vena cava. We detected mild atrial valve stenosis and regurgitation. The Holter's electrocardiography also showed no arrhythmia that could cause syncope. The blood tests showed elevation of serum creatinine (2.3mg/dl), anemia (Hemoglobin:
9.4g/dl), HbA1c of 6.2% (Table 2) Results of the neurologic examination were normal. Range of motion was normal in all extremities, and deep tendon reflexes were present and normal. We found no neck stiffness, jolt accentuation of the headache. These physical findings are the same after the fever.
The history is consistent with syncope. The origin of fever should be assessed taking into account the causes of syncope. We start to seek the sources of his nosocomial fever according to protocol for fevers in an intensive care unit (Table 1) 1 . Although he has risk factors for aneurism and stroke such as hypertension, diabetes, and chronic renal failure, we diagnose as SAH and subdural hematoma due to trauma. We don't take angiograph images because of his renal failure (serum creatinine ;
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2.3mg/dl).
We didn't undergo surgical treatment of the SAH and subdural hematoma, and wait for the natural course of its absorption. Thus, he was admitted to emergency unit to observe the course of his SAH, subdural hematoma and to make sure what is the cause he collapsed.
Among the differential diagnoses, the most plausible diagnosis is fever related to intracranial
hemorrhage. Drug-related fever is the alternative diagnosis, but medications which he took are stopped just after his admission. These diagnoses suggest that the possibility of bacterial infection is small, so antibiotics are not administered.
We administered 1500mg/day of acetaminophen to alleviate the fever, but we did not administer antibiotics. The fever persisted (Figure 1 ). On Day 10, the patient complained of a worsening headache, and his mental status was deteriorating (Japan Coma Scale: 20, Glasgow Coma Scale: E3V4M5). We obtained a head CT to check whether his SAH was worsening, but the hemorrhage appeared to be absorbed compared to earlier images. We also checked for signs of skull fracture, but no apparent fracture was detected.
After the CT scan, his blood pressure elevated to 211/78mmHg, he appeared sicker, and we found neck stiffness and jolt accentuation. After confirming there was no signs of brain herniation, we performed a lumber puncture and found that his spinal fluid pressure was elevated (27cmH 2 O) and the number of white blood cells also increased (Table 3) .
We diagnose him as meningitis at this point. 
